Sir, Acquired selective aldosterone deficiency in adult patients is a rare clinical entity, in which adrenal production of aldosterone is reduced without associated reduction in production of cortisol [1]. Since the original case reported by Hudson et al. [2], about 50 additional cases have been described, but there is no case coursing with hypokalemia (instead of hyperkalemia) except that in an Italian journal [3] and our case, who was recently detected in our hospital. Case Report. A 55-year-old housewife was admitted with dysuria, fever, and vomiting for 3 months. The blood pressure was 150/100 mm Hg; costovertebral angle pain was positive bilaterally. There was no other abnormal finding. Liver and renal function tests were unremarkable. Initially, the blood sugar was 98 mg/dl (5.44 mmol/l), the sodium 135 mEq (135 mmol/l), the potassium 2.9 mEq (2.9 mmol/l), the chloride 105 mEq (105 mmol/l) per liter of serum. The arterial pH was 7.36, the serum HC0318 mEq/l (18 mmol/l), the Pa02 60.1 mm Hg (8.13 kPa), and the PaC¢¾ 24.1 mm Hg (3.20 kPa). Table I shows some relevant biochemical values in detail. During hospitalization, she developed an enterobacteria septicemia originating from the urinary system and was given amikacin 15 mg/kg/day. After she had recovered from the septicemia, serum potassium levels were found to be between 2.4 and 3.1 mEq/l (2.4-3.1 mmol/l). She ingested 31 mEq (31 mmol) K+ enteric tablets, but hypokalemia did not improve. Having completed hormonal studies at this time, a diagnosis of hyporeninemic hypoaldosteronism with hypokalemia was confirmed (table II). The patient has been monitorized at regular intervals, but hypokalemia and low levels of both aldosterone and plasma renin activity have persisted. The findings in our subject fulfill the criteria for hyporeninemic hypoaldosteronism; the plasma renin activity and aldosterone levels decreased and adrenal and thyroid functions were normal. But our patient had hypokalemia instead of hyperkalemia, which is the expected classical finding. To our knowledge, our subject is only the second case presenting with hypokalemia reported in the literature. A similar case has been described elsewhere [3]. The possible causes of hypokalemia in our patient may be: (a) decreased dietary K+ intake (because of vomiting with septicemia); (b) vomiting (this may cause hypokalemia -despite the low levels of aldosteroneby two mechanism: first by external K+ loss, and second by increasing urinary K+ excretion); (c) hypom-agnesemia (due to vomiting) [4].
In summary, this syndrome of our case is different from the cases referred so far, in that it presented with hypokalemia and probably was caused by a mild (sub-clinical) nephropathy, involving juxtaglomerular apparatus. References Hirsch, D.; Kashgarian, M.; Boulpaep, E.L.; Hayslett, J.P.: Role of aldosterone in the mechanism of potassium adaptation in the initial collecting tubule. Kidney int. 26:798-807 (1984) We found blood pH between 7.36 and 7.56. This finding probably reflected the sum of the effects of hy-poaldosteronism and vomiting; although one would expect metabolic acidosis in this syndrome.
